globulins: IgG 390, IgA 100, IgM 160 mg/100 ml. Chloride content of stools never greater than 50 mEq/l, nor greater than the sum of sodium and potassium (normal) . Sigmoidoscopy (Mr Swain): normal mucosa to 15 cm, watery fluid only seen. Barium meal and follow through and two barium enemas were normal. Progress: Initial diagnosis was tuberculous peritonitis and he was therefore started on intramuscular streptomycin, oral INAH, PAS and pyridoxine. Because of worse diarrhoea, the PAS was replaced by rifampicin. His condition deteriorated and he required intravenous alimentation for 2 weeks. After one month's antituberculous therapy he became jaundiced and the rifampicin was therefore replaced by thiacetazone. Because there had been no significant improvement after 2 months of antituberculous treatment this was stopped.
After 3 months in hospital his weight had fallen to 11.6 kg and copious diarrhoea continued despite a disaccharide-free diet. Prednisolone was given empirically (7.5 mg 8-hourly). There was a dramatic improvemept in the number and the quality of the stools. At laparotomy 5 days later: spleen enlarged but macroscopically normal; small bowel normal; colon atonic and distended but no narrow segment. Biopsies of mesenteric glands, jejunum and liver showed reactive hyperplasia, normal mucosa and early cirrhotic changes respectively (see Fig IB) . Maintained on prednisolone for 2 months, after which time the dose was reduced and eventually stopped. The diarrhoea returned one week later so that prednisolone was restarted. The diarrhoea improved (stools 1-2 times per day, but not formed) and he remained well on 2.5 mg prednisolone twice daily., January 1973: repeat jejunal biopsy confirmed normal histology and persistent alactasia. Fiveday fat balance between markers: excretion of 11.7 g fat daily on an intake of approximately 60 g per day. However, a repeat fat load test (Robards 1973 ) was normal. Overnight gastric acid secretion (only a small volume was obtained): normal concentration of hydrochloric acid.
The steroids were stopped for a second time and when last seen he had had no treatment for one month, was gaining weight well, his appetite was good and his bowels open only 1-2 times per day, and stools were soft and loose. The spleen tip was still palpable.
Discussion
This boy undoubtedly has malabsorption as shown by a low serum iron and serum folate and a high fical fat excretion. The persistent alactasia could well be of racial origin. The chloride content of the stools was never greater than 50 mEq/l. nor greater than the sum of sodium and potassium thus excluding congenital chloridiarrheea (Evanson & Stanbury 1965) . Although he had a persistently low serum potassium and an acidosis which required treatment with sodium bicarbonate, his resting gastric juice acidity was within normal limits which excludes the 'watery diarrhcea syndrome' (Elias et al. 1972) . The repeated response to steroids is unusual and reminiscent of the response of children in a severe coeliac crisis. Despite normal levels of immunoglobulins this response suggests an immunological disorder so that further investigations will be undertaken in an attempt to discover the cause of persistent diarrh(xa.
Minor Epileptic Status with Contractures D L Jamison MB MRACP (for J Wilson PhD FRCP) (Department ofNeurology, Hospitalfor Sick Children, Great Ormond Street, London WCIN3JH) T S, girl aged 9 History: Walked at 18 months but has remained unsteady with frequent falls. At age 6, two weeks after influenza, she developed episodic weakness and incoordination of her right arm with myoclonic jerks, frequent head dropping and falls. Her speech became slow and her gait even more unsteady. At age 7 she had grand mal fits (phenytoin, later primidone given), dementia and weakness of left leg. Past history normal except for measles at 15 months.
Family history: No consanguinity; one normal older brother. A younger brother began falling with slowing of development and clumsiness at age 3i. Minor fits were noted with momentary unconsciousness, a slight jerk of his arm and slight disequilibrium. His EEG showed scant normal rhythms, excess irregular slow activity and frequent multifocal discharges. He improved dramatically after treatment with prednisone, pheneturide and nitrazepam. A paternal aunt has grand mal fits.
On examination (aged 7k): Thin irritable, grossly demented girl with only a few slurred words. Generalized hypertonia with reduced arm and exaggerated leg reflexes. Abdominal reflexes absent and plantar responses extensor. Ataxic reach. Contractures of elbows, hips, knees and ankles.
Investigations: EEG, severe generalized abnormality with prolonged discharges. Electroretinogram, cortical visual evoked responses, electromyelogram, nerve conduction studies, air encephalogram and carotid angiogram all normal. Extensive biochemical and metabolic studies (Wilson 1972) gave no evidence of toxic encephalopathy. Right frontal brain biopsy: mild nonspecific degenerative change with normal thin layer chromatography and histochemistry.
Progress: She was thought to have a cerebral degenerative disorder and was transferred to a long-stay hospital. Deterioration continued with weight loss, increasing immobility, being unable to turn in bed or sit up, and increasing contractures. Three months later she began feeding herself and using a wheelchair but was restricted by flexion contractures of her hips, knees and ankles. The ataxic and pyramidal signs receded and her IQ was 49 (verbal 63, performance under 44, Wechsler's Intelligence Scale for Children).
There was corresponding EEG improvement. The diagnosis of a cerebral degenerative disorder was changed to minor status epilepticus. A course of prednisone 40 mg daily was given and primidone continued. By 8k years she was walking alone again despite her contractures.
Comment
Minor epileptic status with pseudo-ataxia and pseudo-dementia associated with severe EEG abnormality has often been described (e.g. Brett 1966 ). This case is unusual in that the immobilization associated with the status resulted in contractures. Status must be differentiated from anticonvulsant intoxication in an ataxic obfuscated child. The myoclonic jerking is often easier felt than seen. Steroid therapy helped both children but prolonged status does seem to be associated with the development of dementia as in some of Brett's cases. In her younger brother, who was developing an identical illness with similar clinical and EEG features, steroids were used earlier. He has no mental impairment and did not develop contractures.
Although the clinical features have receded, the possibility of an underlying intrinsic degenerative disorder remains' Recurrent Pancreatitis A J Campbell MB (Westminster Children's Hospital, London SWIP 2NS)
Girl aged 41
The patient had suffered from intermittent bouts of severe central abdominal pain and vomiting since the age of 13 months. The attacks were of sudden onset, lasting 2-6 hours. They occurred every 5-6 weeks and she was well between attacks.
She was admitted in June 1969 following a recent attack. There were no abnormal physical signs and investigations (Hb, WBC, urea, electrolytes, urine and stool microscopy and culture, and IVP) were all normal. A barium meal was suggestive of an ulcer on the greater curve aspect of the duodenal cap. She was discharged on Nulacin tablets.
She was readmitted in January 1970 following a particularly severe episode during which she required Omnopon for relief of the pain. There was some epigastric tenderness with slight guarding. Investigations were again negative. A xylose absorption test was normal. A histamine stimulation test showed no excess acid. A repeat barium meal failed to demonstrate a duodenal ulcer.
Her attacks became less frequent but in October 1970, having vomited repeatedly, she was readmitted. She had epigastric tenderness but no guarding. The pain was seen to be relieved by sitting up and leaning forward, suggestive of acute pancreatitis; serum amylase was 987 somogyi units. An exploratory laparotomy was carried out.
Operative findings: Small, thickened, fibrotic gall-bladder. Cystic duct dilated. No palpable stones. Common bile duct dilated throughout its length. Two areas of thickening palpated in the head of the pancreas. Pyloric antrum and duodenum normal.
The common bile duct was opened and flushed out. Urethral dilators were passed into the duodenum to Size 11. The common bile duct was closed and drained. A postoperative tube cholangiogram showed the common bile duct to be grossly dilated and there was cystic dilatation of the left hepatic duct. After 5 mg morphine intramuscularly the gall-bladder and pancreatic system were opacified. The latter was of normal calibre. She was well postoperatively (serum amylase 180 somogyi units.)
She has improved greatly since operation. She has had only one slight attack, lasting 30 minutes in May 1972. Her serum amylase rose to 560 somogyi units but fell again to 103 somogyi units. Two further intravenous cholangiograms have showed no change in the appearance of the common bile duct.
